Occupational history: In 1952 he worked in compressed air on a hydro-electric project in Wales, and between 1952 and 1957 in the Clyde, Dartford and Tilbury tunnels. Since 1967 he has been disabled.
On examination: Discoid lupus involving face, scalp and right arm. Enlarged liver.
Discussion
Widespread aseptic cortical bone necrosis is associated with alcoholic liver disease, prolonged corticosteroid therapy, diabetes mellitus, rheumatoid disease and systemic lupus erythematosus. This patient has no clinical features of rheumatoid disease and no convincing evidence of 'systemization' of his long-standing discoid lupus erythematosus. However, he is diabetic, has alcoholic liver disease and has been treated with systemic corticosteroids continuously for four years; in addition he has been exposed to high atmospheric pressure for considerable periods while working as a tunneller.
The etiological relationship between alcoholism, diabetes and bone necrosis remains obscure, while steroid and dysbaric osteonecrosis have been more clearly defined. Thus in the present patient the relative contributions of steroid therapy and of industrial exposure require elucidation, both for accurate diagnosis and for con- The appearance of the right femoral head ( Fig I) is mainly attributable to his steroid therapy as this causes extensive structural failure in the presence of only slight increase in bone density. Steroid therapy is also responsible for the lesion in the femoral condyle (Fig 2) as lesions at this site do not occur following barotrauma. However, the appearance of the left humeral head (Fig  3, structural failure with a band of increased density) strongly suggests dysbaric osteonecrosis. This patient's severe bone and joint lesions are thus due both to his recent steroid therapy and to his exposure to compressed air thirteen years previously. He is being considered for total hip replacement which would also provide an opportunity for correlation of histological and radiological features of the necrotic areas in both femoral heads. In December 1974 she developed difficulty in focusing and numbness and weakness in her right hand. Examination revealed sensory loss on the ulnar aspect of the right hand, brisk reflexes in the left leg and both quadriceps were weak. By April 1975 deterioration had occurred with pain and spasm in both arms, loss of use of the right leg and weakness of the left leg. Sensory loss between T1O and L2 was present, knee and ankle jerks were absent but plantar responses were flexor. There was no wasting or fasciculation.
She was admitted to the Whittington Hospital under Dr J H J Durston in May 1975 for neurological assessment. Added features at that time were diplopia to the left due to a VI nerve palsy, loss of bladder sensation, and postmenopausal bleeding.
Investigations: Htematology and biochemistry screening normal. CSF showed 1.94 g/l protein, cytology normal. EMG (quadriceps) showed denervation. Myelogram normal. Plasma protein: total 62 g/l, albumin 40 g/l; protein electrophoresis revealed IgG paraprotein, type K. Sternal marrow, 3 % mature plasma cells. Urine, no Bence-Jones protein. Skeletal survey, no abnormality.
Dilatation and curettage for the postmenopausal bleeding revealed amyloid material on
